was of such severity that a craniectomy was performed.
Five toes were present bilaterally and no abnormalities were noted in the bony configuration of the feet though both were in marked equinovarus position (Fig. 3) . He has been raised in a foster home, and appears to have R. B. Lowry that antemortem investigations were limited. Chromosome studies were not done. There were some differences from the previous case, namely a short webbed neck, low set ears with pointed helices, and there was a mild chordee of the penis. Although there was bilateral incomplete coronal synostosis there was also a midline skull defect in the anterior occipital region giving a large posterior fontanelle measuring 4 x 6 cm and wide occipital sutures. The sagittal suture was not fused. However the anterior fontanelle was very small, and there were several small wormian bones adjacent to the occipital bone. There was a partial cleft of the hard palate with an intact soft palate and single uvula. Necropsy examination disclosed marked congestion of the blood vessels on the surface of the brain with diffuse subdural and intradural haemorrhages. The lungs showed hyaline membrane disease and the testes, which were normal, were in the abdomen. The lower limbs were identical to those of his brother ( Volkmann's patients (1873) . However, only one had a fibular defect which was partial. The parents and remaining 6 sibs were normal which suggested a recessive mode of inheritance with variable expressivity. Aschner (1929) cites a number of familial instances of congenital fibular aplasia some of which appear to be dominant traits (Meusel, 1882; Frieben, 1903) and some suggestive of recessive inheritance (Jakobi, 1891; Hiromoto, 1913) . Fibular aplasia or hypoplasia has been described in association with malformations involving other limbs (Grebe, 1955; Langer, 1967) and with cleft lip and palate (Roberts, 1919 Craniosynostosis can, of course, be due to single mutant genes as in several syndromes. However, I am unaware of fibular aplasia in any of these. The treatment of the latter malformation has been discussed by others (Farmer and Laurin, 1960) and no further comments will be made. The partial hard palatal cleft with an intact soft palate and uvula is unusual and at present cannot be explained by any current embryologic theory (Lynch, Lewis, and Blocker, 1966) .
The patients described in this report appear to have an unique combination of malformations and this together with the parental consanguinity suggests an autosomal recessive mode of inheritance. Summary Two brothers have been described with a syndrome of bilateral absent fibulae, craniosynostosis, cryptorchidism, and bilateral simian creases. The parents are second cousins and the tentative conclusion is that this is an autosomal recessive trait. 
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